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Total parenteral nutrition (TPN), is widely used in patients who cannot get nutrition
from enteral route intake. Hepatic dysfunction is one of the most common
complications of TPN. Previous studies indicated that cyclic TPN can prevent further
deterioration of liver function in long-term TPN users. We, therefore, designed this
prospective study to compare the impacts of cyclic and continuous TPN on liver
biochemistry in hospitalized patients. From December 2001 to September 2002, we
enrolled 58 patients who needed TPN and without hyperbilirubinemia. The patients
were randomly assigned to either continuous (N=28) or cyclic TPN (N=30) therapies.
Liver biochemistry was assessed on enrollment and at the end of the first week and
the second week. The two groups were well matched with respect to age, sex and
serum levels of albumin, aspartate aminotransferase, alkaline phosphatase and total
bilirubin. Nonetheless, serum levels of alanine aminotransferase in cyclic TPN group
were lower than those in continuous TPN group (19.7£2.3 VS 30.6x£4.4 1U/L,
P=0.038). The cyclic and continuous TPN groups did not significantly differ in all the
parameters of liver biochemistries at the end of the se-cond week. Additionally, the
incidence rate of jaundice in the cyclic group resembled that in the continuous group
(13.3% VS. 10.7%). However, serum levels of alkaline phosphatase at the end of the
second week were significantly higher than those on enrollment in both continuous



group (149.2+17.1VS. 100.6%7.9 IU/L, P<0.05) and cyclic group (145.6+13.0 VVS.
107.0£8.4 IU/L, P<0.05). We therefore concluded that cyclic TPN cannot effectively
reduce the incidence of jaundice or prevent the increase of serum alkaline phosphatase
in hospitalized patients as compared with continuous TPN. (J Intern Med Taiwan
2003; 14: 62-68)
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TPN Amino Acid Dextrose MVI TE Max. Min. Calorie
Formula (gm/day) (gm/day) (ml/day) (ml/day)  Volume Volume  (kcal/day)
TPN A-30 60 250 10 2 2000 1200 1090
TPN A-35 70 300 10 2 2000 1400 1300
TPN A-40 80 350 10 2 2000 1600 1510
TPN A-45 90 400 10 2 2000 1800 1720
TPN A-50 100 450 10 2 2000 2000 1930

*Amino Acid * Aminosyn solution fiz %
*F AR fET G E:
Sodium (Na*') 100 mEqg, Magnesium (Mg*®) 12 mEq, Potassium (K*') 60 mEq, Acetate 100mEq,
Calcium (Ca*®) 16 mEq, Chloride (CI') 36.5 mEq, Phosphate (PO,?), 16 mM
*MVI(multivitamin) = & 2 7 &
Vial 1 # 5ml % Ascorbic acid 100mg, Vitamin D 5mcg(2001U), Vitamin A 30001U, Thiamin (B1) 3.0
mg, Riboflavine (B2) 3.6mg, Pyridoxine (B6) 4.0mg, Niacin 40mg, Pantothenic Acid 15mg, Vitamin
E 101U;
Vial 2 & 5ml z Biotin 60mcg, Folic Acid 400mcg, Cyanocobalamin (B12) 5mcg
*Trace elements (TE) 2ml 7z &: 4% Cr 10mcg, 4% Culmg, 4 Mn 0.4mg, 4% Zn3mg, # 10.056mg
*Eg EERUm & % 20% Lipofundin MCT/LCT, @& p > #7% ¥ % i £ 9 30%
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